Cranial MRI showed multiple lesions in white matter 
patient but no recovery in the other. Spinal MRI (or myelography) should be performed in young patients presenting with signs of progressive myelopathy even when cranial MRI shows a picture typical of multiple sclerosis.
Multiple sclerosis ranks first among the nontraumatic causes of myelopathy in young adults.' Although the relapsing remitting course of the disease usually distinguishes patients with multiple sclerosis related myelopathy from those with other aetiologies, the existence of a primary chronic progressive form ofmultiple sclerosis related myelopathy is well known. 2 Spinal MRI has replaced myelography in investigating possible structural changes in patients with progressive myelopathies. In young adults such lesions are represented predominantly by intramedullary tumours, whereas extramedullary tumours are rather uncommon. 3 Cranial MRI has been considered sufficient to diagnose multiple sclerosis related myelopathy by detecting multiple lesions in white matter in patients with negative results in investigations for spinal disease.2 " We report the cases of progressive myelopathy in two young adults in which a diagnosis of multiple sclerosis related myelopathy-supported by multiple focal lesions in white matter on cranial MRI-was subsequently shown to be incorrect on spinal MRI.
Case reports Case 1 A 20 year old man presented in April 1989 with increasing difficulty in running and a sensation of tight legs. A neurological examination at another hospital showed a mild spastic paraparesis, nystagmus on extreme lateral gaze, and decreased vibrational sense in his right leg. He had cranial MRI (0 5 T), which detected multiple tiny lesions in the subcortical and periventricular white matter (figure 1); these were thought to be consistent with multiple sclerosis. Visual evoked potentials were unremarkable. Despite steroid treatment the weakness in his lower limbs worsened, and in November 1989 he noted urinary urgency and an electrical feeling down the spine when he flexed his head. In January 1990 neurological examination showed severe paraparesis with Babinski's sign bilaterally, clonus of the right ankle, absent abdominal reflexes, and decreased pain sensation to the lower limbs. Somatosensory evoked potentials showed a slight delay in the latency of the response after stimulation of the left median nerve and complete absence of the evoked response after stimulation of his lower limbs.
Multiple lesions in cerebral white matter in two young adults with thoracic extramedullary tumours techniques such as agarose electrophoresis to detect characteristic inflammatory abnormalities of the cerebrospinal fluid.8 Disappointingly, cerebrospinal fluid was not analysed in our two patients with progressive myelopathy; however, in both, cranial MRI showed multiple focal lesions in cerebral white matter, which made a diagnosis of multiple sclerosis related myelopathy probable. Although spinal MRI makes possible visualisation of spinal cord plaques in an appreciable number of patients presenting with demyelinating myelopathies,9 this possibility was initially discarded in our cases. This deferred the spinal MRI examination that detected extramedullary tumours as the cause of myelopathy and permitted the patient in case 1, with the shorter interval between onset and surgery, a complete recovery of the compressive myelopathy after removal of the mass. Focal lesions in white matter detected by cranial MRI are a non-specific finding in that they have been reported in several healthy elderly volunteers'0 and have several underlying pathological changes, including demyelination plaques, microinfarcts, gliosis, and dilated perivascular spaces.'0 Their observation in young adults is, however, uncommon" and strongly supports a diagnosis of multiple sclerosis. 12 Moreover, their detection in patients with unexplained myelopathy has been considered to be an important clue in diagnosing multiple sclerosis related myelopathy.2 15
Since we have no pathological correlation of the white matter lesions observed on cranial MRI in our cases we cannot establish their cause; even the hypothesis that they correspond to demyelination foci of multiple sclerosis, and hence that these patients had a dual pathology, cannot be ruled out.
However, from a practical point of view, their interpretation as an indirect clue to the inflammatory origin of the progressive myelopathy in our cases proved to be wrong and misleading. This supports the opinion that spinal MRI or, if this is not available, myelography should be performed early in 
